Abstract Case Report
IntroductIon
Chikungunya fever (CHIK) is a viral disease transmitted by the bite of Aedes aegypti and Aedes albopictus. The causative agent is chikungunya virus (CHIKV), a RNA alpha virus belonging to the Togaviridae family. [1] Outbreaks of this virus have occurred in India since 2005, and Delhi recently witnessed the outbreaks of CHIK and dengue fever in September 2016, presenting with high-grade fever, rash, arthralgia, and thrombocytopenia. [2] However, atypical presentation and severe complications such as myocarditis, hepatitis, Guillain-Barre syndrome (GBS), and meningoencephalitis can happen rarely. [3] case reports
Case 1
A 36-year-old male, a resident of Delhi, presented to our hospital with complaints of high-grade, continuous fever of 5 days' duration. He also had myalgia and multiple joint pains without signs of inflammation (arthralgia). The patient also complained of rapidly progressing weakness of all the four limbs associated with tingling sensation over the lower limb for the past 2 days and difficulty in breathing since then. On examination, the patient was conscious, oriented with stable vitals, and his single breath count was of 18. Central nervous system (CNS) examination revealed all cranial nerves were normal except bilateral lower motor facial nerve palsy. There was hypotonia in bilateral lower limb, and power in bilateral lower limbs was 0/5 and in upper limbs, it was 3/5. Deep tendon reflexes were absent in bilateral lower limbs, while biceps and triceps reflexes in bilateral upper limbs were present (2/4). Rest of the general physical and systemic examination did not reveal any abnormality.
Blood counts were within normal limits. Tests for viral hepatitis, malaria serology, and HIV were negative. Antinuclear antibody, dengue serology, and NS1 antigen were negative, while chikungunya serology (immunoglobulin M [IgM] antibodies by MAC ELISA, NIV, Pune) was positive. Contrast-enhanced magnetic resonance imaging (CEMRI) brain and spine was normal, but nerve conduction study of upper and lower limbs revealed severe mixed demyelinating axonal motor sensory polyradiculoneuropathy (GBS) [ Figure 1 ]. Lumbar puncture was done after 7 days of illness; cerebrospinal fluid (CSF) examination revealed sugar -65 mg/dl and protein -237 mg/dl, with normal cytology suggestive of albuninocytological dissociation.
Intravenous immune globulin (IVIg), 20 g (400 mg/kg), once a day for 5 days along with symptomatic and supportive management was started. He had dramatic recovery and was able to stand and walk after 5 days of treatment and was discharged after 10 days of hospital stay in satisfactory condition.
Case 2
A 21-year-old female, homemaker, a resident of Bihar, admitted to our hospital with chief complaints of high-grade fever, which was intermittent in nature and associated with rashes for 1 week. She had multiple, small, reddish, nonblanchable, nonindurated, flat rashes all over the body which first appeared over the extremities followed by trunk, but palms and soles were spared. She also had myalgia and multiple joint pains without signs of inflammation (arthralgia). She developed one episode of generalized tonic-clonic seizure followed by loss of consciousness in emergency ward. On examination, the patient was unconscious with Glasgow Coma Scale score of E2V3M4. Her core temperature was 100°F. Denuded skin lesions with dead overlying tissue were present over both forearms, shoulders, chest and back, hips, anterior part of thigh, and both elbows, approximately 2 cm × 4 cm in size, there were irregular margins with active discharge [ Figure 2 ]. CNS examination revealed diminished DTR with extensor bilateral planters, and rest of the examination was within normal limits. Chikungunya serology (IgM antibody by MAC ELISA, NIV, Pune) was positive, while rest of the laboratory parameters were within normal limits. CSF examination revealed sugar -74 mg/dl, protein -102 mg/dl, and total leukocyte count -2-5 cells with predominantly lymphocytes. CEMRI of the brain showed multiple discrete subcortical and deep white matter patches of altered signal intensity in bilateral, frontoparietal, and occipital lobes [ Figure 3] , while T2/fluid-attenuated inversion recovery brain showed multiple patches of hyperintensities in both frontal and parietal lobes, with white matter suggestive of encephalitis [ Figure 4 ].
The patient was managed conservatively with injection ceftriaxone intravenous (i.v.) twice a day and steroids. The patient regained consciousness on the 3 rd day and was discharged after 14 days of hospital stay with stable vitals. Various neurological complications associated with CHIKV have been described such as meningoencephalitis, myelitis, GBS, encephalitis, myelopathy, peripheral neuropathy, myeloneuropathy, and myopathy. [3] Due to the various neurological manifestations, CHIKV is strongly suspected to have neurotropic, but it has not been well studied like other neurotropic arboviruses including alphaviruses species, such as Eastern equine encephalitis and Venezuelan equine encephalitis. [4] Here, we have reported two cases of CHIKV with not so common neurological manifestation, i.e., meningoencephaitis and GBS, respectively. In a case series by Chandak et al. [3] from Nagpur, various neurological complications of CHIKV infection were reported. However, in their case series, the neuropathy was predominantly demyelinating type. Whereas in our case, the neuropathy was a mixed type.
In the second case, our patient presented with chikungunya encephalitis with scalded skin syndrome. Erythematous or maculopapular rashes, which are found in 25%-39% of patients with neuro-chikungunya, [5] might be more helpful in differentiating because they are not features of Japanese encephalitis or herpes simplex encephalitis. [6] Scalded skin syndrome seen in our patient is very rarely reported with CHIKV.
conclusIon
Although CHIK is a self-limiting disease, systemic and organ-specific manifestation of chikungunya infection can be seen in various ways like in our case and CHIKV should be kept in mind while managing these medical emergencies.
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